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Effects of Fengshiqing on Expression of OPG/RANKL,
TNF-a and IL-17 in Fibroblast-like Synoviocytes
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[ Abstract ] Objective: To observe the effect of Fengshiging (FSQ) conlaining serum on the expression of
osteoprotegerin ( OPG ), receptor activator for nuclear factor-xB ligand ( RANKL ), tumor necrosis factor-a
(TNF-a) and interleukin-17 (IL-17) in human fibroblast-like synoviocytes of rheumatoid arthritis ( RA-HFLS).
Method: RA-HFLS were cultured with different volume ration of FSQ in serum. Cell proliferation was evaluated by
MTS assay. The expression of OPG, IL-17 and TNF-a in cell culture supernatant was examined by ELISA | and
expression of RANKL was detected by Western blot analysis. Result; FSQ containing serum could obviously
decrease the RA-HFLS viability in a dose-dependent style. The RA-HFLS could secret certain level of OPG, and
FSQ containing surum could promote the secretion of OPG with a dose-dependent style. FSQ containing surum also
suppressed the expression of RANKL, IL-17 and TNF-«. Conclusion; FSQ has an notable inhibiting effect on
proliferation of RA-HFLS, increasing the level of OPG, and suppressing expression of RANKL, IL-17 and TNF-«,
which may be a part of the mechanism of FSQ for rheumatoid arthritis.
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ZH I (human fibroblast-like synoviocytes of rheumatoid
arthritis, RA-HFLS ) & R =W 5 R R
(osteoproteprin, OPG) 140 g% A F «B Z &G 1L A
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(Cell Applications INC) ,FSQ( & AR . #H . F1 .
ARAT EARES B A R, H LK R 2 L, A 2
GOKRRWRAR B2 1 gomL ™ 42 BE B 42
fit  TL-1 ( Peprotech 2 %] ) , MTS ( Promega 2\ #) ) ,
OPG ,1L-17 , TNF-a ELISA Kt 3] & ( R&D A7l )
bt RANKL 4 {& (SANTA CRUZ 2+ #)) , AR i %
W EEpRIC 25T/ B TG BRR 3 401k 9 B b 3
4t TgG M i s B4R 22 %0t (ECL) 18] (db st
A2 G BOARATBR A A |, Bradford 358070 & (35 ) >k
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SR HARA AT
1.2 {0 (IR B O WL (Sigma 2 7)) L WAL

(Biorad 22 7] ) ,DYY-6C #YH1 Pk AL (b 52 17 75 — L4
7)o
L3 ¥ SD KK, IEH, AT 300 g £47,
b3 K 2% B 2 3 sh 4 rhoe SR 4L, V7 AT IE 5 SCXK
( 5)2006-0008 ,
2 FHiE
2.1 FSQ &4 MiEmy w5 KLy 1E H X
HREHFN FSQ #H , 4 20 H,FSQ /K ALK ig 45 24,
24 mL-kg ™" -d ™" (2G4 N I AR 25 kR 1 10
i ig, Xf AL 45 TR 78 B K) ,2 IR/d, B4 5
Wo R ig BIAEE 12 h, AEK Kk ig 1 h 5,15
PrH R e, IR s BkCR I, 4 C WKAEFRE 1 h 5
3000 r-min~' x 15 min 5.0, 28510135 ,56 C KB
K 30 min,0.22 um MIERR T, /2, -20 CIE A
#wH o
2.2 YjEEEZE RA-HFLS %3335 T & 2 mmol-
L' -5l 100 U-mL ™' 5% 2 #1 80 U-mL ™'
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(9 53 Wb, e 18 O i e 1) b A R A A R S A Uk R
A, WL 2,
FSQ
n 5% 10% 15%

(2]
©

RANKL =

GAPDH ’

140 -
120

100 | D

80 |
60 |

AN EEARIE/ %

40 L
2)

/8

15%FSQ

20 |

IMMUIDbIBIY-
N\

Con  5%FSQ 10%FSQ

XA " P <0.05,2 P <0.01
B 1 FSQ &% iExt RA-HFLS f1 RANKL
HIRIEMFM(x +s,n=3)
3.3 X TNF-o #1 IL-17 /K- 520 RA-HFLS 1]
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